The development and occurrence of anorexia, the voluntary reduction in food intake during parasitic infections in animals, is somewhat paradoxical and contrary to conventional wisdom and expectation. We take the view that its occurrence is an evolved, costly behavioural adaptation which serves a function. Five such functional and general hypotheses to account for it are developed: (1) anorexia is induced by the parasite for its own benefit; (2) food intake decreases to starve parasites; (3) the negative effect on the host's energetic efficiency during parasitic diseases has a direct effect on food consumption; (4) food intake decreases for the purpose of promoting an effective immune response in the host; and (5) anorexia allows the host to become more selective in its diet, and thus select foods that either minimize the risk of infection or are high in antiparasitic compounds. Only hypotheses (4) and (5) survive the comparison for consistency with the physiological, metabolic and behavioural alterations that occur during the development of parasitic infections, and with the rule of generality (i.e. account for its occurrence in both protozoan and helminth infections). Both surviving hypotheses will need further experimental testing for their support or rejection, and such experiments are proposed. Also, the advantages and consequences of viewing anorexia during parasitic infections within a functional framework are discussed. These arise from the recognition that anorexia is a disease-coping strategy, part of the mechanism of recognition of parasite invasion by the immune system, which leads to a modification of the host's feeding behaviour.
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The voluntary reduction of food intake in animals, henceforth called anorexia, is a characteristic of many bacterial, viral and parasitic infectious diseases (for reviews see Crompton 1984; Symons 1985; Hart 1988; Thompson 1990) . Especially in the case of the latter infections, its occurrence seems somewhat paradoxical and contrary to conventional wisdom and expectation. This is because parasites, and endoparasites in particular, impose an increased metabolic and nutritional demand on the host, which is most frequently manifested by impaired growth, productivity and reproductive ability. For parasites that inhabit the host's gastrointestinal tract (both protozoa and helminths) the impairment is due to the increased endogenous loss of protein, but also from increased damage of gut tissue and mucoprotein secretion (Sykes 1983; Poppi et al. 1986; Bown et al. 1991) . For parasites that inhabit other body tissues, as well as fluids and blood (largely protozoa), the impairment is the result of tissue damage (e.g. erythrocyte damage, which lends to anaemia for example, in trypanosomiasis; van Dam 1996) . When fever accompanies such infections, the impairment is also a direct consequence of fever (i.e. increased heat production and muscle proteolysis; Thompson 1990). Therefore, in these circumstances the least that might be expected would be some increase in the parasitized host's food intake, which would enable it to overcome the taxing consequence of parasitism, rather than the anorexia actually observed, which may involve a reduction in intake of the order of 30-60% (Poppi et al. 1990 ). Thus anorexia during parasitic infection is still the major factor contributing to the reduced performance of the parasitized host (Coop & Holmes 1996) and its occurrence a continuing paradox.
Given the above paradox, we take the view that the development of anorexia in parasitic diseases is an
